DR. LEONARD G. PARSONS (Birmingham).
In the remarks that I have to make, I propose to follow the suggestion of Sir Humphry Rolleston and to speak of conditions in which there is a considerable degree of enlargement of the spleen. I shall confine myself almost entirely to observations on Banti's disease, acholuric jaundice, and lymphadenoma.
(I) BANTI'S DISEASE.
I must apologize for the use of the term Banti's disease, since not only has the existence of Banti's type of splenomegaly in childhood been denied by many authorities, but also the existence of a specific disorder which can be labelled Banti's disease.
Poynton, Thursfield and Paterson [1] in their survey of the severe blood diseases in childhood, imply that Banti's disease is a specific disorder in adults, but that in childhood such a diagnosis is practically always wrong. Other authorities suggest that if the symptom-complex does occur, it is due to syphilis, tuberculosis, or some other infection, and the suggestion has also been made that some of the cases are examples of acholuric jaundice. If by Banti's disease is meant the whole complexsplenomegaly, anemia with leucopenia, cirrhosis of the liver, jaundice, heemorrhages, and gastric symptoms, then the condition is of extreme rarity in childhood. But if it be admitted that this group of symptoms constitutes Banti's disease, I cannot see how the title can be denied to the earlier stages of a splenomegaly, of unknown etiology, which is combined with an anaemia having no typical blood-picture, except a leucopenia, and in which there is a negative Wassermann reaction, normal fragility, and absence of glandular enlargement. To label these cases splenic anemia leads to confusion with von Jaksch's anaemia, since there seems no ground for the view that the latter is an infantile form of Banti's -disease.
I propose to give some details of three cases of splenomegaly, which I think should be classified as Banti's disease, and which can be regarded as illustrating certain stages in the development of the disease. I am not prepared to admit that the fully developed symptom-complex does not occur in childhood, because the first case seems to fulfil all the necessary criteria. A girl, aged 11 years, had been in poor health for four years before admission to hospital.
During this time she was noted to tire easily, and was treated for aneemia. For six to seven weeks preceding her admission to hospital her abdomen had been swollen.
On admission the abdomen was seen to be swollen, with a large number of enlarged veins on the surface, ascites was present, the spleen was felt two inches below costal margin, the liver one and a half inches below the costal margin. The blood-picture did not show any characteristic abnormality. The red cell count varied during the six months she was under observation from 3,900,000 on admission to 2,000,000; the white cells from 6,000 on admission to 2,800 ; rising on one occasion to 7,500. Towards the end of the six months the leucopenia became mnore mnarked, and the count was in the neighbourhood of 3,000. The spleen appeared to vary somewhat in size, the ascites certainly varied, and at times was very marked. There was no jaundice and the Wassermann reaction was negative.
Splenectomy was performed in November, 1921. At the operation the spleen was much enlarged and showed adhesions. The liver was enlarged and obviously cirrhotic, the cirrhosis being of a coarse type. The child made a good recovery from the operation, and for the last two years has been earning her living as a factory hand in a box-making factory. She looks well, there are no obvious signs of anmemia, the liver is much reduced in size, being only just palpable, and there is a complete absence of ascites.
The second case is that of a girl, aged 8 years, who was seen to become pale at dinner.
The day following, her stools were black, and the day after that there was profuse hiematemesis. On examination her doctor found that she was very anemic, had a large spleen, and that there was a little free fluid in the abdomen. A blood-count showed 2,500,000 red cells, 5,000 white cells and there was nothing characteristic in the blood-picture. She was under my observation for three weeks before splenectomy was performed and during that time ber red cell count varied from 5,900 to 6,200. There was nothing abnormal in the differential count, and the appearances of the red cells were those of secondary anEemia. The spleen was enlarged to within an inch of the umbilicus, and did not appear to vary in size. The slight amount of free fluid in the abdomen increased, and a specimen of the fteces, examined four days before the operation, showed red blood-cells. A slight indirect Van den Bergh reaction was present. Splenectomy was performed, after a preliminary blood transfusion. The child made an uninterrupted recovery. Three days after the operation the red cells were 4,000,000, and the white cells 14,000. Five days before discharge the red cells were 4,800,000, and the white cells 11,250. At the operation the vasa brevia were distended, but the liver appeared perfectly normal, in spite of the hsmatemesis and melhena.
If such a symptomatology as the foregoing can be diagnosed as Banti's disease, I should like to suggest that a leucopenia, although a very important point in the diagnosis of Banti's type of splenomegaly, is not an absolutely essential one. A leucocytosis is stated by some authorities to occur when a secondary infection develops, or after a haemorrhage. I know that this is not always the case, and some hold the view that leucocytosis never occurs.
A child aged 2i years was running about in the morning perfectly well, became languid and restless in the afternoon, complained of abdominal pain, and in the late evening vomited about 2i oz. of blood. On admission to hospital she was seen to be well nourished, but pale.
The spleen was considerably enlarged, being about two fingers' breadth below the costal margin. The liver was palpable, with a firm edge, but there were no other abnormal physical signs. The Wassermann reaction was negative. Splenectomy was performed some seven weeks later; during this period her red cell count had varied from just under two million to two and three quarter million, the white cells, which on admission were 7,800, became a week later 9,200, and a fortnight after admission had reached 18,000. After that the number decreased; they were 10,000 one week before operation, and immediately before operation they had fallen to 6,400. There was nothing characteristic about the blood-picture, which showed a fair number of normoblasts. Her abdomen became distended, and apparently contained some free fluid. The fragility of the red cells was normal. In spite of the large white count, amounting at one period to a leucocytosis, the diagnosis of Banti's disease was made. An attempt to assess the liver function, by the bromsulph-phthalein test, was made. This showed a retention of 25 per cent. of the dye after thirty minutes. This figure is one usually found in cases of cirrhosis of the liver, but does not imply grossly impaired liver function, and although the normal amount of dye retained after that period of time is 5 per cent., a normal child will yet, at times, show as much retention as in this case. It is interesting to note that at operation the liver appeared perfectly healthy, as did also the vessels of the splenic pedicle, but the spleen itself showed early capsular perisplenitis.
I would therefore suggest that there is a definite form of splenomegaly in childhood, of unknown aetiology, which is characterized by an anuemia, of the secondary type, but showing no definite blood-picture; characterized also by the absence of certain other signs, namely, a positive Wassermann reaction, glandular enlargement, increased fragility of the red blood-cells. This form should, in the present state of our knowledge, be called Banti's disease.
It is stated that jaundice may occur in Banti's disease, that it does not appear to be dependent upon the liver involvement, and that it is subject to periodic variations. If this be true, the diagnosis from acholuric jaundice may furnish some difficulty. Some evidence in favour of these statements is afforded by the second case which I have quoted, in which an indirect Van den Bergh reaction was obtained, and in which the liver was normal at the time of operation.
(II) ACHOLURIC JAUNDICE. I have not had experience of vital staining, by brilliant cresyl blue, for reticulation of the red cells, an increase in the number of which is regarded by American writers as an important point in the diagnosis of splenomegaly due to acholuric jaundice. In the diagnosis of this disease I place the greatest reliance on the occurrence of increased fragility of the red cells, and I think that the best method of testing for this is the one which we now use, and which was elaborated by Dr. Hillier.
Blood is collected from a vein, and placed in a paraffi-coated capsule, from which 20 c.mm. are taken with a hmmoglobinometer pipette, and put into 2 c.c. of the various strengths of saline solution. The tubes are rolled between the fingers to mix the blood and the salt solution, and then centrifugalized. The tube containing the highest percentage of salt, but showing no red sediment, is taken as the standard for complete hemolysis. The other tubes, showing sediment, are measured against that in the complete hemolysis tube, in a Leitz colorimeter. The readings give the percentages of the red cells hwmolysed in the various tubes. An important point in diagnosis is not only that hEemolysis starts at a higher percentage of saline than normal, but also that the range over which hiemolysis occurs is greater than normal.
One of my cases showed polycythaemia, and in the so-called " crises of deglobulization," bile appeared in the urine, and the stools became pale.
The most marked degree of ansmia, in my experience, was in a congenital, but not familial, case, in which the red cells after a crisis were less than one and a half million
(1,880,000). These rose three weeks later to two and three-quarter millions, and splenectomy was then performed. Two months after this operation the red cells numbered almost five millions, and the jaundice had disappeared. The fragility had improved considerably, but was still greater than normal. At the operation several small red masses were seen at the hilum of the spleen, and it was doubtful whether these were spleniculi or hiemolymph glands. An accessory spleen the size of a walnut was found in the gastro-lienal ligament, and removed.
It would be interesting to know whether these glands or accessory spleens could enlarge sufficiently to reproduce the symptoms of the disease, and if an attempt should be made to remove them. A recent paper by Campbell and Warner [2] contains the statement that there is some evidence that haemolymph glands or accessory spleens may hypertrophy, but that this does not reach such a degree as to reproduce the original picture.
Indications for Splenectomy. The treatment of Banti's type of splenomegaly and the splenomegaly of acholuric jaundice by splenectomy is now accepted practice, and the results of such treatment are excellent. I have not had any experience of preliminary treatment of the spleen by X-rays, or radium, in Banti's disease. I feel sure, however, that the operative mortality in both conditions is considerably reduced by a blood transfusion, immediately preceding the operation, and also by postponing operation for a short period if there has been a recent hwematemesis, or an acholuric crisis.
I do not consider the operation essential in the slighter forms of acholuric jaundice, but the operative mortality is now so small that I think the risk is one that is well worth taking, even in these cases. I cannot bring myself to believe that Moynihan's dicta are correct, at any rate in children, viz.: that (1) "no operation for hwemolytic jaundice is complete until the bile passages have been thoroughly explored," and that (2) "the removal of the appendix will be performed in all cases in which the condition of the patient does not prohibit the very slight additional manipulation" [3] . I would suggest that splenectomy be considered the routine treatment for all cases of splenomegaly which show a negative Wassermann reaction, no enlargement of glands, and no characteristic leucocytic picture, but in which there is some degree of anaemia, associated with (1) leucopenia, or (2) increased fragility of the red cells with an indirect Van den Bergh reaction, or (3) hamatemesis.
It must be admitted that syphilis can produce a picture almost identical with that of Banti's disease, but if such a case showed evidence of cirrhosis of the liver, or hamatemesis, and resisted treatment, I do not think that a splenomegaly is necessarily contra-indicated, in fact there is definite evidence to the contrary. I may perhaps be allowed, in this connexion, to refer to a case under the care of my colleague Dr. A. P. Thomson, in which a young adult showed splenomegaly, a leucopenia, and a secondary an8amia, and no glandular enlargement. The Wassermann reaction was positive, but became negative after splenectomy, and the patient recovered, although no antisyphilitic treatment was given. I would also suggest that splenectomy should be resorted to in Banti's disease, even when there are signs of liver involvement, because of the first case I quoted and other similar cases in the literature, for it appears that the liver is able, if the cirrhosis is not too severe, to make a functional recovery. Heamatemesis does not necessarily mean that the liver will show cirrhosis, and Sir Humphry Rolleston holds that this symptom is due to the rupture into the stomach of enormously distended vasa brevia (noted in my second case). I realize that if these criteria for splenectomy are accepted literally, on rare occasions a lymphadenomatous spleen will be removed, or even a spleen from a case of aplastic aneemia (anaemia gravis), for in both these conditions splenomegaly, anwemia, and leucopenia may occur. There should, however, be no difficulty in excluding these cases, because the degree of anaemia is so great and striking. The child's skin is so pale as to look almost transparent, contrasting markedly with the rather muddy, or icteric, tinge of Banti's disease, or acholuric jaundice. The appearance is such that I believe anyone who has seen these cases would not think of classifying them in the splenomegalies of Banti's group, or of acholuric jaundice. In lymphadenoma there is, of course, usually enlargement of the external lymph glands, but I have seen at least one case showing this aplastic picture in which there was not any enlargement of the external glands.
(III) LYMPHADENOMA. Of splenomegaly due to Hodgkin's disease, I would only point out one or two difficulties in diagnosis that have recently presented themselves. I have seen a small group of cases which exhibited the clinical appearance of an aplastic anaemia.
In these cases, the pallor has been extreme, of the type to which I have juat referred. Two of the cases showed a leucopenia and one a leucocytosis. In one of these cases a few nucleated red cells were present, but Poynton, Thursfield and Paterson, in the paper to which reference has already been made, state that this may occur in what they call anaemia gravis, a term which they use instead of aplastic anaemia.
One of my cases did not show any external glandular enlargement during the whole of the illness, and another case did not show any until the eleventh week of an illness which lasted fourteen weeks. The latter patient, although a leucopenia was present during the greater part of the illness, showed in the early part of the illness a leucocytosis of 31,000. Shortly after this blood-count was made she developed an abscess under the right side of the jaw, which was duly opened. She had some carious teeth, but the jaw itself appeared normal. An interesting point is that after the operation the spleen became very much smaller until it was only just palpable, but later it enlarged again.
Anaemia gravis is, in my experience, a very rare disease, and to see three cases, such as those discussed, in a short space of time, suggests that the question of lymphadenoma should be considered very carefully before making a diagnosis of anaemia gravis.
The other symptom which characterized two of these cases-and I have known it to occur in other cases of lymphadenoma-was pain in the limbs.
In one case the pain was present in all the limbs, in the other case chiefly in one leg, but also in the arm of the same side. The pain in one case suggested the possibility of an osteomyelitis, although there was no tenderness, but an X-ray showed normal bone. I am aware that cauda equina pressure symptoms have been described by Parkes Weber [4] and others, but at autopsy there was no evidence of nerve involvement. The pains recalled more than anything the "rheumatic" pains which occur in the early stages of malignant hypernephromata, but were rather more severe.
Towards the end of their illness both children complained of pain in the lower part of the abdomen, for which no cause was found post mortem.
In regard to treatment of these children, it is interesting and important to note that X-rav treatment of the spleen definitely made them worse, this being due undoubtedly to the aplastic type of their anaemia.
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Dr. HUGH THURSFIELD said there was an old story of an oriental monarch who boasted that where his horse had trodden no blade of grass could grow. To-night the members of the Section had been hearing the address of Sir Humphry Rolleston, who, in medical research into any literature he took up, was a modern example of that oriental sultan. It was extraordinarily difficult to speak on any subject which Sir Humphry had tackled as an introducer and to find any portion of such subject that he had not touched upon.
And since listening to Sir Humphry Rolleston, the Members had been hearing a "sultan " from Paddington Green Children's Hospital, and a " sultan" from Birmingham-a fact which made his (Dr. Thursfield's) task even more difficult. With a certain number of the pronouncements of all those "sultans" he cordially disagreed. He disagreed with Sir Humphry in wishing to exclude the first two years of life. Enlargement of the spleen in that period was not only extraordinarily important, but it was not very uncommon.
He wished to attack the subject from the standpoint of enlargement of the spleen at certain definite ages, i.e., definite enlargement, such as no one in the room could possibly miss. At the age of four months and under, enlargement of the spleen was due to one of two main causes: tuberculosis and syphilis. Myelocytic leuksemia was occasionally met with at that age. Certain conditions of septictemia would also cause enlargements of the spleen under four months of age. If, however, one saw a baby who was obviously very ill with signs which would suit those of tuberculosis, the discovery of an enlarged spleen was, to his mind, clinching evidence of the fact that the child was suffering from tuberculosis. Therefore, in the case of these young babies, it was very important to examine carefully for evidences of enlarged spleen. In regard to syphilis, he did not think he had ever seen a case of syphilitic periostitis in which there was not a definitely enlarged spleen. And, here again, in a child of four months of age, if syphilis was suspected the presence of an enlarged spleen would clinch the diagnosis, whatever the report as to the Wassermann reaction might be.
In the period between 4 months and 3 or 4 years, he thought enlargement of the spleen was comparatively uncommon. One met with it from time to time, but many such instances were not enlargements so much as displacements, due to splaying out of the ribs and flattening of the dome of the diaphragm, thus giving to the spleen an undue prominence.
At about 5 or 6 years of age there was another series of enlargements, and he wished to draw attention to a group of which no mention had yet been made. A child came in fairly ill with a certain degree of ana3mia, with a very definitely enlarged spleen, and usually also an enlarged liver. Those cases, in his experience, had always been
